Metabolic data obtained during sodium depletion (10-mEq Na, 90-mEq K diet plus thiazide) from 13 hypertensive patients (HT) 
with renin suppression has not yet been ascertained. [3] [4] [5] [6] [7] In 1954, Helmer and associates8 reported studies on sodium exchange in the gastrointestinal tract of patients with essential hypertension in whom they found a greater amount of sodium available for exchange with a cationic resin than in normotensive subjects. Since it is now known that aldosterone causes an increased absorption of sodium from the colon those patients could not be classified as having hyperaldosteronism.9 In this study, metabolic data obtained during severe sodium depletion in a group of hypertensive patients with low renin activity in peripheral plasma were compared with data from normotensive subjects and patients with renovascular hypertension. Since McDonough and his colleagues'0 have postulated that the higher incidence of hypertension in the Negro might be due to the frequency of a hypertensive gene, approximately equal numbers of Negro and white subjects were included in both the control and hypertensive groups. The data to be presented indicate that renin suppression in the patients with essential hypertension cannot be attributed to primary aldosteronism. It appears more likely that suppressed renin activity reflects a more subtle alteration of electrolyte metabolism due to genetic factors. Methods Diuretic drugs were withdrawn for at least 2 weeks before patients were admitted to the Clinical Research Ward. The 13 hypertensive patients (seven white and six Negro) with low renin activity in plasma were placed on regular house diet for the initial 3 days. During the following 5-day sodium depletion period, the subjects received a 10-mEq sodium, 90-mEq potassium diet, analyzed daily for variations in components. Cyclothiazide (Anhydron K), 2 mg, was given orally every morning during the experimental period.
The 15 normotensive control subjects (eight white and seven Negro) were admitted to the ward on Friday afternoon and discharged Monday morning. Their sodium depletion regimen was the same as that of the hypertensive patients except that the depletion period was shortened to 2 days.
To obtain metabolic data on hypertensive patients who respond to sodium depletion with an increase in renin secretion, three patients with renovascular hypertension were also placed on the 5-day sodium depletion regimen. Diagnosis was established in these patients by arteriography, Stamey test, and assay of renin in renal venous blood." In addition, three of the 13 hypertensive patients were placed on the sodium depletion regimen for 10 in the recumbent position was 2.8 times higher than that of the hypertensives following 5 days of sodium depletion. After ambulation, the difference increased to 3.6 fold. The lower panel of figure 2 shows that urinary aldosterone excretion mirrors renin activity. In the normotensive group, the sharp increase in renin secretion, as previously shown in figure 1 , stimulated a prompt elevation of aldosterone excretion (P <0.02). In the hypertensive patients, the statistically insignificant (P <0.2) increase in aldosterone excretion was in keeping with the small elevation of renin activity from the stress of 5-day sodium depletion. Only two of the patients had aldosterone excretion values above the normal range on the fifth day. Patient 2, table 1, had a 32 4g urinary aldosterone excretion value during the control period which fell to 9 ,ug on the second day and 16 jg on the fifth day of Na depletion.
In the upper panel of figure at the end of the depletion period. figure 7 , PRA began to rise the day before the administration of the Aldactone and subsequently rose to higher levels with the sharp increase in cumulative Na loss. Coincidently with the rise in PRA, aldosterone excretion increased to 45 ,ug/24 hr. In the 5-day de- pletion period of the first admission, endogenous creatinine clearance (corrected for surface area) fell from 89 to 79 ml (-13%) while in the 10 days of the second study it changed from 97 to 57 ml (-41%). In both balance studies there was a fall in blood pressure to near normal range. Over a period of 8 years this patient has responded well to antihypertensive therapy. 
